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1. INTRODUCTION

The history of diseases can take two forms. One, the easiest, is a straightforward account of the attempts of scientists to solve a problem - the classic medical detective story. This is the approach frequently adopted by the media coverage of CFS, allied to that other stereotype, the small town doctor confronting the sceptical medical establishment.  For example, two doctors who have played major roles in the current resurgence of interest in chronic fatigue syndromes in the United States are described as "Medical Sleuths" and  "dogged small town doctors" , involved in a "quest" until they inevitably "crack the case" (1). The history of CFS is replete with claims of major advances, significant progress and medical breakthroughs, all of which conform to an optimistic view of medicine as a continually improving scientific discipline.


Yet despite all the breakthroughs, CFS remains an enigma. This chapter will argue that little real progress has been made, and in many respects we are little better informed than our Victorian counterparts. The simple story of progress and discovery is, as in many other aspects of medical history more often fiction than fact, reflecting wishful thinking, since medicine rarely moves in a smooth path from ignorance to knowledge, but frequently in a more circular fashion.  This was reflected in the perhaps unintentional choice by Melvyn Ramsay (2), whose single minded efforts are agreed to have played a major role in bringing one variant of CFS, myalgic encephalomyelitis (ME) to wider public attention in the United Kingdom, of the title "The Saga of Royal Free Disease" for his account of the history of the condition. A saga, with its echoes of myth, is indeed an appropriate word to describe the history of this elusive condition.


I chose to begin the story of chronic fatigue syndrome with the illness known as neurasthenia. There are many reasons for this. At a simple level it is because the symptoms of neurasthenia and those of CFS are so similar, but the resonances between the two go beyond clinical descriptions. Neurasthenia is an appropriate historical starting point, and continues to have many lessons for understanding our contemporary concern, chronic fatigue syndrome.

2. NEURASTHENIA; THE FIRST CHRONIC FATIGUE SYNDROME.

Many writers have assumed that neurasthenia was first described by New York neurologist George Beard in a brief paper in 1869 (3).  However,  a psychiatrist, Van Deusen (4) has an equal claim to the authorship of neurasthenia, as he introduced the term in the American Journal of Insanity in the same year.  The rival claims of Van Deusen, an alienist treating farmers in unfashionable Kalamazoo, and Beard, an East Coast neurologist with clients drawn from the Social Register, mirrored the wider confrontation between neurology and psychiatry at that time (5). As with the larger professional conflict, it was Beard who triumphed, and although the American Journal of Insanity would later resurrect Van Deusen's claim, it was the neurologist who became most credited with the "discovery" of neurasthenia.


The concept of nervous exhaustion was not new, and a few contemporaries took pains to elaborate the history of the disease before Beard, tracing its origins to nervosisme, neurospasm, spinal irritability and so on (ex 6,7) , whilst later historians  have pointed out the debt Beard owed hypochondria, spinal irritation and asthenia (8, 9).


Beard's views were not fully articulated until his two books written towards the end of his life (10, 11). In them he drew on several contemporary scientific sources, including Marshall Hall's discovery of the spinal reflex arc,  Edison's electricity and Du Bois Reymond's electrical nervous impulse and others (12).  His skill lay in mixing scientific advances with social theory and moral exhortation, and constructing out of these sources a single disease entity, designed to appeal to many of the concerns of the age, but couched in what seemed to many (but not all) acceptable scientific terminology.


Whatever the provenance of neurasthenia, its rapid spread and popularity owed much to Beard, especially in France and Germany.  By the turn of the century a French doctor wrote that "everything could be explained by neurasthenia, suicide, decadent art, dress and adultery" (13) - "since the works of George Beard... the name of neurasthenia was on everybody's lips, the fashionable disease" (14), the "maladie a la mode" (13).  When Levillain (15) published his important text he subtitled it " La Maladie du Beard".   Many of Charcot's pupils wrote texts on the illness, although the most popular was probably that by Adrien Proust, ironically the father of the most famous neurasthenic of the age, Marcel. It was as successful in Germany - Bumke later wrote that there was probably no instance in the history of medicine of a label having the impact of neurasthenia (16).

3. WHAT WAS NEURASTHENIA? 

Perhaps the most succinct description was provided towards the end of the neurasthenia period - "Neurasthenia is a condition of nervous exhaustion, characterised by undue fatigue on slightest exertion, both physical and mental, with which are associated symptoms of abnormal functioning, mainly referable to disorders of the vegetative nervous system. The chief symptoms are headache, gastrointestinal disturbances, and subjective sensations of all kinds" (17). This definition outlines the core concepts of neurasthenia - that is was the disease of excessive fatigability, and that fatigability could affect physical and mental (which meant the processes of thought, speech and memory) functioning equally. There was a consensus that although the symptoms of neurasthenia could vary, essential to the diagnosis was that the patient be "incapacitated for all forms of mental and physical exertion" (18).


Beyond that core concept, neurasthenia was an exceptionally broad church -  "all things to all men" (19). Several strands can be discerned (20). First, neurasthenia was simply chronic fatigue- the "fatigue neurosis" (21, 22). In neurasthenia chronic fatigue was always the "primary or essential" symptoms (23), it was "an enfeeblement or fatigue neurosis, its cardinal characteristics being an inordinate sense of physical or mental fatigue" (24) - remember that  neurosis did not have its modern meaning.  The commonest manifestation of fatigue was a "neuromuscular weakness - by all writers this is accounted for as the most frequently observed objective sign of disease"  (25), although for others the "unusually rapid exhaustion mainly affects the mental activities; the power of attention becomes quickly exhausted and the capacity for perception is paralysed" (26).  Whether mental or physical, fatigue had certain characteristics -  it "comes early, is extreme and lasts long"  (27), and is "the first, and most important symptom"  (28)  - hence neurasthenics had "abnormally quick fatigability and slow recuperation"  (29), their fatigue not being relieved by rest.  Jewell (30) noted that neurasthenics, with 'every appearance of normal values of power, are speedily exhausted in the process of moderate exercise', and that "prolonged or severe mental effort" weas equally impaired.


 Second, neurasthenia was depression. Cowles (31) listed depression as a "first rank symptom" of neurasthenia, and Clouston (32) viewed it as a "minor form of melancholia". Thus could mean depression of "cortical activity" (ex 33) or latterly depression in a more psychological sense.  Déjerine and Gauckler (34) felt that melancholia and neurasthenia could only be distinguished on the basis of history, previous episodes of depression or mania favouring the former diagnosis. Many authors equated neurasthenia with a mild melancholia (ex 25), although the differences remained as instructive as the similarities - thus Friedman (35) stated that whilst both neurasthenics and depressed patients required treatment away from the family, only the latter should be admitted to an asylum. 


 Third, neurasthenia was male hysteria - "neurasthenia is to men what hysteria is to women" (36). Freud (37) felt that the "male nervous system has as preponderant a disposition to neurasthenia as the female to hysteria". Again, as with neurosis, it is important to remember that hysteria did not have its modern meaning of non organic - indeed, almost the opposite was true.


 Fourth, Beard himself viewed neurasthenia as the prototype of many diseases, both physical and mental. In particular it occupied the "broad borderland between mental health and outspoken mental disease (insanity)" (38).  These intermediate stages are "the various anomalies usually combined under the common name of neurasthenia" (39).


Regardless of the classification of neurasthenia adopted, most noted the discrepancy between physical disability and physical examination. Despite all the symptoms,  neurasthenia was "destitute of the objective signs which experimental medicine of our times more particularly affects"  (40). Sufferers looked normal, and were typically "well nourished, muscularly well developed"  (41) , despite often profound functional disability, which could reach states of complete motor helplessness, in which case authors coined terms like atremia and akinesia algera (see 42). Despite this, it had no significant mortality (indeed, Beard and others claimed the opposite (10)).

4. THE AETIOLOGIES OF NEURASTHENIA.
4.1: PERIPHERAL.


  During the early years of interest in neurasthenia the prevailing neurological paradigm remained the reflex hypothesis.  Excessive irritation or stimulation of the nervous system led to exhaustion of the peripheral nerves, which could spread to any tissue (see 9, 20). However, the remarkable flourishing of neurophysiology soon discredited the reflex hypothesis, whilst the related belief that female genital reflexes were the cause of nervous disease in women also under pressure by 1870 (20). In ridiculing the reflex theory Allbutt explained that neither muscles nor reflex arc were in a state of exhaustion, nor were the neurasthenic cells too excitable - "to be excitable is their business"  (43).  All these authorities espoused the new central paradigm of nervous disease, which soon replaced reflex theories.

4.2 CENTRAL 


As views of the nervous system changed, especially under the impact of the new laws of Thermodynamics and Conservation of Energy  (9; 12; 44)  so did the nature of neurasthenia.  Doctors were beginning to discuss not only the body, but also the mind in terms of heat and energy before the arrival of neurasthenia, so it was only a short step to see neurasthenia as an exhaustion of that supply of energy within the central nervous system.  The consequence was "cortical weakness" (45) or "cortical irritability"  (46). Irritable weakness of the brain permitted some remnants of reflex theory to survive, but many other causes of cerebral exhaustion were identified - a failure of cerebral blood flow, a deficiency in energy sources, or alternatively excessive demands made by the body. These could result from overwork, or the demands made by toxic or metabolic insults. Chief amongst these insults were infections and fevers, which, given their modern importance, will be discussed in greater detail later. Thus the late Victorian physician was in little doubt that in neurasthenia fatigue was of "central origin" (47), and that "neurasthenia is a neurosis essentially located in the brain" (40).  This central, organic paradigm was perhaps the dominant mode of medical thinking during the "Golden Age" of this, the first chronic fatigue syndrome.

4.3. SOCIAL 


The doctrine of overwork and nervous exhaustion linked neurasthenia with a variety of contemporary changes in society.  Medical authorities viewed overwork, the agent by which the nervous system became exhausted, (which could be purely physical, mental or a mixture of both) as the inevitable consequence of a host of new social ills. Even before the introduction of neurasthenia, a variety of medical authorities were writing about the dangers of overwork (48; 49; 50). Once again, it was Beard, with his facility for similes, who joined together a number of discontents into an explanatory model for his disease.  For example, Beard, and many others, ascribed neurasthenia to the new, acquisitive nature of society, singling out wireless telegraphy, science, steam power, newspapers and the education of women, summed up as "modern civilisation"  (11).  Much of this was conveyed by metaphors drawn from business or new technologies - the exhausted businessman overdrawn on his nervous capital, overspent nervous resources, flat batteries and others (- see 19; 51; 52).


Beard's success was because he articulated his ideas to a receptive audience.  For example, a series of investigations during the 1880s had revealed the poor health of much of French youth. One favoured explanation was to blame this on  the alleged excessive mental demands ("surménage") made by the new education system (52), an idea which was echoed in Beard's writings.  It was popular because it allowed medical thinking to move away from the old, outdated doctrines of sentiments and passions  no longer suitable for a society preoccupied with "La Vie Moderne" (53). Neurasthenia, like CFS now, was thus 'up to date', both in its scientific and social context, and was expressely seen as a disease of modern life (see 52; 54).


Neurasthenia was new, increasing and alarming. It was held to be both a consequence, and the cause, of numerous social problems.  It was the price to be paid for industrialisation, the rise of capitalism, and the consequent strains to which the business and professional classes were exposed (55).  Neurasthenia was labelled the "the disease of the century" (56; 57; 58).  Contemporaries often referred to the time as the "Age of Nerves", but also the "Age of Fatigue" (52).

4.4. PSYCHOGENIC.


Unfortunately for the organic view of neurasthenia, the central paradigm could not be sustained either.  Fatigue could not be measured objectively (29; 59), nor could any discrete neuropathological lesion be located. Adolf Meyer later wrote that the "remarkable changes in the nerve cells" which others had found, which were "highly fashionable and a matter of pride to both patient and diagnostician..... could not be replicated. Fatigue exhaustion is no longer tenable" (60) . The consequence was a loss of faith in simple neurological explanations - Donley (61), in the first issue of the prestigious Journal of Abnormal Psychology,  criticised the previous "mechanical symbolism" of descriptions of neurasthenia, with the false belief that "for every pathological manifestation there must be an underlying , definite 'disease process'", and the "futility of the purely anatomical concept" expressing itself in "apologetic reproductions of nerve cells in a state of fatigue". 


Social aetiologies were also changing.  It was doubted if neurasthenia really was a disease of modern life except that "we had become more tender in our ills" (14).  It was hinted that neurasthenics suffered from under, rather than over work (62), reflected in the changing nature of rest cure (vide infra).  Other aetiologies, considerably less attractive to the potential neurasthenic, were now suggested, such as bad housing (63), and poor dental hygiene, due to the "fashion of eating ice cream ..  prevalent among the children of the lower classes" (64).


These last quotes suggest a further change, that of class.  Neurasthenia had been sustained by the belief that it was a condition of the most successful people in society.  "It is a disease of bright intellects, its victims are leaders and masters of men, each one a captain of industry"  (65), a view shared by many, including Freud and Kraepelin.  Many noted the large number of doctors afflicted.  The male doctor who, like Beard, Dowse and Mitchell,  willingly admitted he had suffered the illness, played an important role in establishing the legitimacy of neurasthenia (66; 67), and will reappear later in the story.


However, the preponderance of the male professional classes amongst sufferers began to alter.  Charcot was among the first to point this out in 1889, and by 1906 a series of papers were produced describing the illness in the working class (63; 64; 68: 69; 70).  The records of the Vanderbilt Clinic in New York  (71) shows that neurasthenia was now mainly a disease of the lower social classes, and, as most of these comprised Jewish immigrants, it could no longer even be called the "American Disease". In 1906 Stedman pleaded in his presidential address to the American Neurological Association  (72) for more attention to the need for facilities for the neurasthenic poor, and the illness had become the commonest cause of absenteeism among the garment workers of New York (73).  Cobb (17) noted sardonically that those who continued to believe the disease was restricted to the upper social echelons were those whose commitment was entirely to private practice. Even the excess of male medical sufferers began to alter - it was the female doctor who was particularly vulnerable, because "only the strong can survive" (74).


The failure of the organic paradigm, and the change in social class and aetiologies, prepared the way for the psychological model.  This took two stages. First, neurasthenia was retained, but viewed as a psychological, rather than a physical illness.  The pendulum shifted - rather than psychological symptoms being a consequence of neurasthenia, they first became linked in a vicious circle, with neither having supremacy (ex 75), and finally were seen as causing the condition - thus Déjerine writes that "many manifestations [of neurasthenia] are by nature purely phobic in origin" (34). Second, the category itself was dismembered, and replaced by new psychiatric diagnoses.  It is well known that by 1894 Freud considered sexual exhaustion to be the sole cause of neurasthenia, either directly or indirectly. The following year (76) saw his famous removal of anxiety neurosis from neurasthenia (although he later acknowledged that earlier that Hecker had anticipated his work in the previous year in a paper distinguishing anxiety neurosis ("Angstneurose") and neurasthenia).  As important was the work of Pierre Janet. Influenced by both William James and Weir Mitchell, he also regarded fatigue as the key to psychological disorder (52).  Like his contemporaries he blamed modern life for fatigue neurosis. However, he followed William James in deriding the conventional economic metaphor of the neurasthenic overdrawing on a limited capital of physical energy, but emphasised instead the emotional demands on the psychic economy.  Eventually Janet detached obsessional and phobic neuroses from neurasthenia, via the agency of psychasthenia (see 77).  Freud, Bernheim and others continued to believe in a physical neurasthenia, not amenable to psychotherapy, labelled by Freud an "actual neurosis" in which sexual energy was lost by masturbation, but thought it was rare  - Freud's biographer and disciple Ernest Jones (78) later wrote that fewer than 1% of neurasthenics were correctly diagnosed. 


The organicists countered such observations in two ways. First, the present methods of investigation were simply too crude to detect the organic changes which must be present (ex 26).  Second, psychological symptoms, if present, were part of the physical neurasthenic state (79; 80), or were an understandable reaction to the illness.  In a speech to the American Neurological Association Weir Mitchell (29) referred to his own early neurasthenia, and pointed out how depression could not be an explanation for his condition, since he had "no depression that was abnormal or unreasonable". He used his own example, and that of  "an eminent president of the college"  to reaffirm that it was impossible that neurasthenia could be "a malady of the mind alone". 


Nevertheless, these became increasingly minority views.  The neurologist Charles Dana read an influential paper to the Boston Society of Psychiatry and Neurology (81) urging adoption of the new psychiatric classifications. Only two years later the new President of the Neurological Association described an eminent patient as suffering from "neurasthenia or mild melancholia" (72) -the 'or' being unlikely a decade earlier. When the London Medical Society debated neurasthenia in 1913,  Kinnier-Wilson wrote that "it was clear... from the discussion that Beard's original description of "American Nervousness" as a physical and not a mental state was evidently not accepted by several of the speakers" (82).  The successive editions of several textbooks show how neurasthenia moved from the neuroses (meaning a disease of the nerves, an organic neurological diagnosis) to the psychoneuroses (83).  Neurologists at the Massachusetts General Hospital had already done the same  (84), whilst in France both Dutil and Déjerine, pupils of Charcot, wrote that "Beard's illness" must now be seen as of mental origin, a psychoneurosis. In our own time, the word neurasthenia in discussed almost exclusively in psychological terms (at least in the West), but one must emphasise that this represents only one aspect of its complex heritage.

5.0. TREATMENT.

The replacement of organic by psychological models of aetiology was mirrored in changes in treatment. The first category of treatments were pharmacological, drugs used either to stimulate a fatigued system, or to sedate an over excitable one.  These all proved unsatisfactory,  since they rarely worked, and the patients were exquisitely sensitive to side effects (41).  The concept of a deficiency in energy also led to the flourishing of electrical treatments for neurasthenia since, in the age of electricity, the notion that the deficiency of nerve energy could be made up by electrical stimulation was a seductive one (44). However, authorities gradually conceded that electrical treatments were effective more for psychological reasons rather than any "organic modifications of the nerve centres" (56). This shift from organic to psychological explanations of treatment efficacy was most visible in the progression of ideas concerning the rest cure.


It seemed logical that if neurasthenia was due to overwork, then the solution was rest. Rest conserved energy, the quantity which neurasthenics lacked. This was given the necessary scientific respectability by reference to the new laws of thermodynamics, and institutionalised in the rest cure.  Rest cure consisted of five elements: rest, seclusion,massage, electricity and diet.   Weir Mitchell, the doyen of American neurology, first described the cure in 1875, and then popularised it in a series of best sellers (although not initially concerned with neurasthenia), summed up in the contemporary catch phrase "Doctor Diet and Doctor Quiet" (see 85).  By 1881 the "cure" was being used in England, largely due to society obstetrician William Playfair (86), who proclaimed it  "the greatest advance of which practical medicine can boast in the last quarter of the century". 


It was in Germany and the USA that the rest cure found its most ready acceptance.  Playfair's book was available in German in 1883, only a year after its publication in English, and a German edition of Weir Mitchell was available by 1886, reviewed by Freud in the following year.  Large numbers of  "retreats", private clinics and rest homes appeared in these countries between 1880 and 1900 (55; 66: 87), although business was also good in the United Kingdom. It was financially vital to the neurologist, since, as one wrote in 1894, the neurologist should not "undertake a thoroughgoing course of this sort of treatment unless in a private institution" (88; italics in original).  Fortunately, the author continued,"We have in Germany an abundance of good private institutions".  The rest cure became the most used treatment for nervous disorder across Central Europe and America. It "provided the raison d'etre for the clinic, since isolation could not by definition be procured at home, nor could the expensive apparatus of electrotherapy".  Mitchell himself may have earned $70,000 in private practice per year (66).  As Shorter (87) points out, "physicians in these competitive, profitmaking clinics were happy to comply with the patients' desire for face saving [organic] diagnoses, and made great use of such expressions as...... chronic fatigue and neurasthenia". 


The rest cure has attracted many criticisms over the years. The writings of several patients treated by the cure, such as Virginia Woolf and Charlotte Perkins Gilman, have been important in highlighting how male stereotypes of women, especially their moral and physical weaknesses, intruded into treatment (see 89; 90). Contemporaries, however, noted other failings.  Principal among these was failure of the somatic model.  If there was no cellular basis to exhaustion, then what was the purpose of rest?  The growing awareness that all the business of the cure, the diet, massage, electricity etc, were just props for the physician to exhort and encourage the patient, meant that they could be dispensed with (see 91; 92; 93). It became increasingly difficult to deny the role of suggestion, of the doctor-patient relationship, upon which "everything depends" (34), and ultimately of the newer psychotherapies (see 5).  If rest cure worked, it was more to do with Mitchell's charisma, which was considerable (93; 94).  Furthermore, even if effective, few could afford it (25). 


Others felt that it was not even effective for psychological reasons, but might actually make the patient worse. Few changes were so dramatic as that of Dutil.  In his contribution to an 1894 textbook (95) he espouses a standard Weir Mitchell approach, but by 1903 he wrote that the inevitable consequence of Mitchell's regime was "the patient, condemned to complete inactivity, lying on her chaise-longue for days and nights... constantly alert to the most  minute sensations, surrounded by those excessively concerned for her health" (91).


The consequence was rest cure was first modified, and then abandoned. By 1892, in the same volume as Playfair's strict Mitchell approach, Arndt was advocating "for some patients exercise is needed, for others rest is beneficial" (96). Absolute rest was soon to be followed by a restoration of activity (80; 97). Everywhere activity and/or exercise, allied to psychotherapy,  began to replace the rest cure (14) and instead of sanatoria came the first occupational therapy programmes (98).  "Frequently these patients have indulged in rest for months, or even years, without beneficial results. This has been so much recognised by many of the sanatoria that facilities for exercise and occupation have to a large extent replaced those of rest and seclusion with gratifying results" (93). Rest cure did survive for a while - in 1907 it was still followed at the Edinburgh Royal Hospital, but the physicians attributed its efficacy solely to suggestion (99), but eventually it was only practised at Mitchell's old hospital (100). Elsewhere rest cure vanished, and, with the new, albeit short lived, era of psychiatric optimism, Karl Menninger was able to look upon the whole episode with disdain  (101).

6.0 THE REACTION AGAINST NEURASTHENIA

What were the consequences of the failures of the simple organic models of both aetiology and treatment,and the rise of the psychological models ?  Physicians could either abandon the concept or concede that the patients were best cared for by the psychiatric profession.  Many neurologists were soon persuaded that neurasthenia should be abandoned- -Browning (102) wrote that neurasthenics were rare in his neurological service (although not, he admitted, in his private practise), because "Many of our best neurologists do not now recognise such as disease".  Particularly in the United Kingdom, neurology was establishing itself as a scientific speciality and many soon turned their backs on this now discredited diagnosis.   This happened with alacrity in the United Kingdom (vide infra), and, albeit   with less speed, in the USA. Diller (103) noted that the between 1894 and 1916 the proportion of neurasthenics and hysterics in his case load had halved, an even more precipitous decline occurring at the New York Neurological Institute. This should be contrasted to the predominance of the diagnosis at the Vanderbilt clinic in the previous decade, but, although pleas were made for the same process in the USA (ex 81), the concept was more deeply entrenched there and in France.  As late as 1927 one third of patients seen by American neurologists were still either neurasthenic or psychasthenic (104).  Many physicians retained the diagnosis (and therefore the patients), but began gradually to incorporate the new psychological insights into their treatments - the "rational psychotherapy" of Paul Dubois (14) being particularly influential, perhaps because it so clearly repudiated notions of the unconscious that were often unpalatable to many neurologists. 


The rapid abandonment of neurasthenia by British neurologists was because the illness had never found a fertile soil here anyway. Beard himself had a dismal reception when he visited this country in 1880 and 1881, committing one social gaffe after another (105,106).  Sir Andrew Clark, an eminent physician at the London Hospital, launched a blistering attack in the Lancet (107), and , although Playfair made a spirited defence (108), he was forced to concede that he had been unable to persuade the Collective Investigation Committee of the BMA to take an interest.  Neurasthenia was never accepted by the neurological establishment.  The giants of the profession, such as Gowers, Gordon Holmes, Ferrier, Buzzard and Kinnier-Wilson based at the National Hospital for Nervous Diseases, declared themselves in various ways against an organic view of neurasthenia, and in favour of psychological interpretations.  Gower devoted only one page of his 1888 two volume text to the subject (109), writing "the use of the word [neurasthenia] has brought with it a tendency to regard the condition as a definite disease. Books have even been written about it....". In the next edition in 1899 was even briefer - neurasthenia "occurs especially in those of a neurotic disposition" (110).  This should be contrasted with the extensive coverage given in Oppenheim's  equally monumental German neurology text (26).  Unlike the United States, France and Germany, in the United Kingdom the neurasthenic flag was flown by only a few, the most prominent being Clifford Allbutt in Cambridge.  Despite such efforts a reviewer in 1907 conceded that neurasthenia had "not taken deep root in Britain" (111), and by 1913 its "serviceableness as coin of the realm" (112) was doubtful. 


Issues of class and gender were intimately related to those of aetiology and treatment. The more "organic" the account, the more likely was the author to insist on the predominance of upper social classes, the distinction from hysteria (the archetypal disease of women - see 19), and the over representation of men and "civilised" races.  Physicians, then and now, were more likely to view sympathetically those whose illnesses had been acquired by praiseworthy rather than contemptible means - neurasthenia, the disease of overwork, came into the former, hysteria the latter (113).  Groups not subject to such overwork, such as women, lower classes, degenerates, American negroes and all uncivilised races, thus were spared neurasthenia (see 11:74;114;115). Playfair, writing in Tuke's dictionary stated that the difference between neurasthenia and hysteria was that the former "give all they possess to be well, and heartily long for good health, if only they knew how to obtain it" (116). Neurasthenics co-operated with the doctor,  unlike hysterics (117).  The bluntest was Ernest Reynolds, Professor of Medicine in Manchester, who wrote that whereas hysteria was "purely a mental condition, whose basis is a morbid craving for sympathy and notoriety", neurasthenia was "entirely different", a "functional disorder of chronic overuse of neurones" due to "gross overwork and worry" (118), although the symptoms seemed much the same.


  Even within the sexes, such moral judgements were frequent - thus Sir Frederick Mott (119) wrote that "neurasthenia ...was more likely to be acquired in officers of a sound mental constitution than men of the ranks, because in the former the prolonged stress of responsibility which, in the officer worn out by the prolonged stress of war and want of sleep, causes anxiety less he should fail in his critical duties" [italics in the original].


 The consequence was the decline of the diagnosis. This was partially intended, as doctors dismantled the now overstretched concept, that "mob of incoherent symptoms borrowed from the most diverse disorders" (107). However, as the hostile reception accorded Beard in the journals showed academic disdain was not new. It now vanished for more practical reasons.  Neurasthenia had survived academic dissatisfaction because it was "useful to the doctor" (112) as a code for non psychotic illnesses for which the only effective treatments were psychologically based. The diagnosis was made "for the comfort of the relatives and peace of mind of the patient"  (120) since it avoided the stigma of psychiatric illness and the necessity to seek treatment in an asylum, where the neurasthenic would "soon be subject to the usual stigma attached to the abode of mental patients... only in a general hospital could the psychic problem be solved under the happiest auspices" (121).  Others commented that even if the symptoms were "purely mental", it was better to talk about nervous diseases and neurasthenia since "the patients and the patients friends usually have a horror of mental disease" (38). Several anecdotes attest to the consequences of not keeping to these codes, one of which represents a situation still familiar to readers of this volume. Drummond (92), a physician in Newcastle upon Tyne, describes a scene he witnessed when a "kindly physician", actually Sir Andrew Clark, during a consultation with a neurasthenic patient, let slip the word "melancholia ". "The outcome of that visit was disastrous, involving serious trouble all round, in which even Sir Andrew himself shared, for he was pestered for weeks with letters to know whether in using the term "melancholia" he had the idea of insanity in his mind".


As more doctors publicly accepted the new psychological models, it became harder to maintain the code. Statements such as  "functional illness means pooh poohed illness" (122) and "neurotic, neurasthenic, hysterical and hypochondriacal are, on the lips of the majority of clinical teachers, terms of opprobrium"  (92) show that the codes were being broken, and the demise of the category a matter of time. In 1868 patients were only too willing to confess to "weakness of the nerves" (123), but 30 years later the Spectator observed that neurasthenia was "no longer interesting", it was "discredited and disgraceful...shameful to confess" (124). The changes in social class, and the rise of the psychogenic school, meant that aetiologies had also changed. Infection remained (vide infra), but in place of overwork came laziness, fecklessness, degeneration and poor hygiene.  Neurasthenia, once almost a badge of honour, was now considerably less praiseworthy. In place of the hard pressed businessman came the stereotype of the work shy labourer or the pampered hypochondriacal upper class female invalid (125). 


From its dominant position in the Surgeon General's Index neurasthenia began to disappear. The space devoted to it in the classic neurological texts dwindled, and finally disappeared, or received a brief psychiatric coverage. In the first edition of Cecil's prestigious textbook of medicine neurasthenia has its own chapter (104). By the third edition in 1934 it is listed under "The Neuroses or Psychoneuroses" and is reduced to a single sentence in the 1947 Seventh Edition. One edition later it disappears from the index. 


Neurasthenia was replaced mainly by the new psychiatric diagnoses.  The symptoms were now listed as psychological - painful fatigue became anhedonia  (126) whilst a 1937 textbook of anxiety could include the symptom "fatigue on slightest exertion" (127).  For a period of time psychasthenia contained much of obsessional and phobic neuroses (128), but this soon gave way to the  current classifications.  The greatest beneficiary was the new concept of depression. Even De Fleury acknowledged the change. In 1901 his first book was called "Les grands symptômes neurasthéniques", but by 1924 the title had changed to "Les états depressifs et la neurasthénie". With the support of such figures as Jaspers and Bleuler, the latter commenting that "What usually produces the so-called neurasthenia are affective disturbances" (129), the view became widespread that "all neurasthenic states are in reality depression, - perhaps minor, attenuated, atypical, masked, but always forms of anxious melancholia" (130). In current neurological practice, neurasthenia, when mentioned at all, is seen as synonymous with depression (131).


In conclusion there were a number of reasons for the decline in neurasthenia.  First, the neuropathological basis of the illness was discredited.  Second, rest cure was seen either to be unsuccessful, or to be efficacious principally for psychological reasons.  Third, the social class distribution of the illness altered.  Finally, the interest and optimism shown by the neurologists was transferred to the new profession of psychiatry.

7. THE DISEASE THAT DID NOT DISAPPEAR.

The consequences of the psychogenic explanations of neurasthenia were not entirely as intended. In 1930 Buzzard (132) had warned that although the advances in both neurology and psychiatry had illuminated the plight of the neurasthenic, the same could not be said of the exclusively psychogenic theories, which would lead to a polarisation among doctors. "On the contrary, Freudian doctrines have produced a reaction in the minds of medical men which has taken the form of a desire to ascribe all mental disorders, including neurasthenia, to some physical or chemical agent the result of disturbed glandular secretions, of septic tonsils or teeth, of intestinal stasis or infection, or of a blood pressure which is too high or too low"


Buzzard was right.  Before the acceptance of the psychogenic paradigm neurasthenia served a purpose -  "At a time when physicians felt comfortable only with clearly organic disorders, a diagnosis of neurasthenia permitted some to address themselves to tangible clinical issues and to provide an essentially psychological therapy under a somatic label" (66).  With the rise of the psychogenic school, this ability, acquired by physicians with difficulty, was lost.  For a time the good physician now "wanted to study all sides of the question" (60), which meant attention to emotional issues, but  "without overlooking the possibilities of infective and organic factors". Conversely, the informed psychiatrist also accepted the possible role of organic factors, hence Tredgold in 1911 (133) doubts the existence of a structural basis to neurasthenia, but accepts the probable role of a cerebral "bio-chemical" abnormality.


 However, the introduction of psychoanalysis to the USA, with its exclusive emphasis on mental origins, ended this appropriately labelled "holistic" approach (134).  Narrow somaticism had failed, but in its place came belligerent Freudianism , as illustrated by  statements such as "there is only one certain cure for neurasthenia - viz psychoanalysis" (83). Ironically, this treatment attracted criticisms reminiscent of those of the rest cure, namely  questionable efficacy, but unquestionable expense (5; 112; 132). Others disliked the new approach because it appeared to encourage introspection, the quality which the neurasthenic apparently already possessed to excess (ex 104). 


Paradoxically, it was the solely psychological explanations in the new "official" consensus on neurasthenia that ensured the survival of a contradictory view familiar to Beard and Mitchell.  One reason was financial.  Beard had made a virtue out of the predominance of upper classes among his patients, claiming that "the miseries of the rich, the comfortable and intelligent have been unstudied and unrelieved" (11)  - forty years later A J Cronin was still making a decent living in fashionable London by treating society ladies for the illness (135).  American physicians and neurologists were particularly reluctant to abandon it -as late as 1927 Adolf Meyer was writing to Abraham Flexner complaining that neurologists continued to see neurasthenics in their clinics, although it was psychiatrists who had the necessary training (136).


As important as the financial rewards was the rejection by sympathetic physicians of what they perceived as the implications of the now ascendant psychological views.  Such physicians usually endorsed a division between organic and psychological, usually synonymous with a division between real and unreal, illnesses. The argument revolved around the status to be accorded neurasthenia. Those continuing to diagnose the condition would thus energetically refute "the idea, now strongly held that neurasthenia is basically psychiatric, almost imaginary in nature"  (80).  Only by continuing to affirm the organicity of neurasthenia could many doctors continue in their dealings with chronically fatigued patients.  It was the survival of such attitudes which prolonged the survival of neurasthenia, and prepared the way for its modern re emergence.


 The result  was that despite the obituaries, and the consignment of the condition to the "garbage can"  (117) , "rubbish heap" (137) or "waste basket" (82), neurasthenia survived. Writing in 1933 Dicks observed that "Everywhere we meet with the statements that it is rare... yet no name is more often on the lips of both our profession and the laity" (138).  Buzzard (132) noted with regret that although he felt that most of the patients referred to him were depressed, nearly all came with a label of neurasthenia.  Brill commented  "inspite of all that was said and done about the inadequacy of the name, as well as the concept itself, neurasthenia is still very popular with the medical profession"  (117).  

8. MODERN NEURASTHENIA.

Nevertheless, neurasthenia did gradually disappear, with only two exceptions.  The term does survive in some parts of the world, and is retained in the International Classification of Diseases  (ICD-9 and ICD-10).  It is a common neurotic diagnosis in the Netherlands, Eastern Europe and the old Soviet Union and flourishes in parts of Asia, especially China, where it is seen as a physical illness, without stigma, describing what Western observers label as depression (139). The second exception is the line of illnesses known as the effort syndromes (Da Costa's syndrome, Soldier's Heart), in which one synonym, neurocirculatory asthenia, continues to attract professional and academic attention.  Nevertheless, even here the same shift from organic to psychological formulations is visible (140). A variety of organic explanations initially dominated the literature, including infective aetiologies (ex 141), but these gradually altered. For example, no figure was more associated with these diagnoses than the influential cardiologist Paul Wood, but by the end of his career he saw them as synonymous with anxiety disorder  (142).  Recent authors have claimed that effort syndromes and CFS are synonymous, seeing them both as essentially psychophysiological conditions (143).


Other inheritors of part of the neurasthenia heritage, and another historical pathway between neurasthenia and CFS, are illnesses such as candidiasis, hypoglycaemia, brucellosis, food allergy and total allergy syndrome. These illnesses, none of which attract much professional support, instead flourish in what Kleinman has called the 'folk sector', the non professional healing specialists than lie between professional medicine and lay explanations of illness, incorporating elements of each to produce a popularly appealing, but technically based system (see 144).


There is no shortage of those who claim links between these conditions and CFS. Both Straus (145) and Stewart (146) have shown the clinical overlap between each of the above conditions and CFS. Stewart (147) went on to demonstrate how has described how each of the conditions overlap in the illness careers of individual patients, with CFS like diagnoses appearing in recent years. Many self help books effortlessly link candida, allergy, hypoglycaemia, chemical sensitivity and food intolerance, to which list has now been added CFS. William Crook, the author of the phenomenally successful (except with the medical profession) "Yeast Connection" has recently published "Chronic Fatigue Syndrome and the Yeast Connection" (148). The advocates of all these conditions are keen to point out the similarities between all of these conditions, and are indeed correct to do so.  The symptoms overlap, but so do the social characteristics. The gender and class distribution, the existence of support groups, media campaigns, dissatisfaction with traditional medicine, the necessity to reorganise life styles and the hostility to psychiatric illness coupled with high rates of psychological distress, all find parallels with some aspects of ME/CFS (see 147;149;150). However, it is important to emphasise that these diseases are only part of the heritage of CFS, and may only apply to a small group of patients, albeit highly visible. 

9. THE BEGINNINGS OF POST INFECTIVE FATIGUE.


Conditions such as candidiasis, hypoglycaemia, total allergy and so on have never become an established part of medical practise. Their lack of empirical support and their cultural aspects, prevent substantial professional affirmation, and hence the links between these conditions and CFS are only rarely considered in the modern medical literature. Professional support for CFS emerged from a different source, the post infective fatigue syndromes (54).


Even the first descriptions of neurasthenia included a link with febrile illness.  Van Deusen (4) highlighted malaria , since he worked in an area in which the disease was endemic, whilst Beard (3) drew attention to wasting fevers.  The latter's descriptions of neurasthenia continue the infective theme - key symptoms included "general and local chills and flashes of heat" . The link with infection persisted in the earliest accounts in France (6), whilst one of the first cases to be treated in this country by the Weir Mitchell regime was a woman with a fourteen year history of neurasthenia, permanently confined to bed in a darkened room, whose illness had begun with a persistent cold (151).


By 1914 the observation that neurasthenia frequently followed an infection was widely acknowledged.  For many, including Osler, Ely, Oppenheim, Cobb, Horder, Ladova, Clarke, Kraepelin, Althaus, Arndt and others, influenza was a prominent, and sometimes the principal cause, of neurasthenia, but claims were also made for many others, especially typhoid, and latterly the effects of vaccination  (152). As the microbiological revolution spread, each organism was linked with neurasthenia. The clinical evidence of neurasthenic conditions after infection was, however, a two edged sword.  Everybody had a favourite culprit, until it was conceded that any infective agent could produce the state of chronic exhaustion (14; 26; 138), especially in combination with depression (153), worry (58) or emotional disturbance (24).  Furthermore, the majority of individuals with infections, even influenza or typhoid, did not develop neurasthenia (24). To a generation schooled on Virchow and Koch these were major hurdles.  As clinical research became less inclined to accept unconfirmed clinical observation, scepticism increased (154). Streckler's caution is worth quoting in full, as it remains relevant.


"There can be no valid objection to the bacteriologic method of approach,providing that each study is rigorously controlled and that conclusions do not exceed the premises" (154).


Such efforts did not cease after the decline of neurasthenia, since, starting with Reiter's disease (155), attempts to link infective organisms with previously mysterious clinical conditions had reaped dividends, and the list of bona fide post infective conditions was growing, especially in the neurological field. Specific post infective syndromes identical with neurasthenia continued to be describe as each new infection was discovered, although such descriptions, for example of the fatigue states arising after hepatitis (156) and schistosomiasis (157), continue to be noticeable for their psychological flavour.


One of these conditions, chronic brucellosis, exemplifies in microcosm many of the issues surrounding neurasthenia and CFS.  By 1930 the diagnosis of acute brucellosis was well established.  There was less certainty about the condition of chronic brucellosis, but it had many adherents. One of them, the public health specialist Alice Evans, noted the similarities between neurasthenia and chronic brucellosis, but only so as to highlight the plight of the large numbers of those afflicted who suffered the indignity of receiving the erroneous, and "dishonourable" diagnosis of neurasthenia (158). Thirteen years later she was still championing the disease, which remained "extremely difficult to diagnose.... however, an unrecognised mild form of brucellosis is a common ailment in this country" (159). 


The end of the syndrome encapsulates on a smaller scale the eclipse of neurasthenia. Spinks (160) studied a series of patients with acute brucella infection, and noted that a proportion failed to recover - the chronic brucellosis group. However, neither he, nor anyone else, found objective evidence of disease, and instead noted high rates of psychological disorder.  Researchers from Johns Hopkin Hospital, in the first of a series of papers on the relationship between infection and psychological vulnerability, studied subjects with the label of chronic brucellosis in greater detail. They found no evidence of chronic infection (161) but high levels of psychiatric morbidity, coupled with reluctance to discuss psychological issues and a strong attachment to the "organic" diagnosis (162).  Once this evidence became widely disseminated, chronic brucellosis disappeared, reappearing only in an editorial on the social construction of mental illness (163).
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10. THE BEGINNINGS OF ME; FROM LOS ANGELES TO THE ROYAL FREE. 


In the United Kingdom the first mention of the term myalgic encephalomyelitis was in a leading article in 1956 (164). It was proposed as an explanation for a series of outbreaks of a contagious condition, causing symptoms referable to the central nervous system, which had occurred in various parts of the world in the preceding three decades. Some of these had been named by their place of origin (hence Iceland Disease), others by the neuromuscular weakness that was a frequent feature (hence neuromyasthenia), and others by the presumed relation to poliomyelitis (hence atypical poliomyelitis). An exhaustive, if uncritical, bibliography of these outbreaks is provided by Parish (165) and Hyde (166).


Two episodes have attracted most attention. These took place at the Los Angeles County Hospital (LAC) in 1934, and the Royal Free Hospital (RFH) in London in 1955. Both concerned the nursing and medical staff of these hospitals, and not patients. The symptoms of these epidemics remain unclear, but at the core were mixtures of unusual motor and sensory symptoms, accompanied by myalgia and signs of emotional distress and lability. On the whole, the laboratory tests available to the clinicians of the day were unhelpful. 


Some of the contemporary professional concerns about many of these epidemics centred around possible links to poliomyelitis, a theme that remains relevant today. Aronowitz (167) elegantly demonstrates how these links began. He shows before the LAC epidemic in 1934 the incidence of polio in California had been declining for several years in California, and that, by the prevailing opinion of the time, this heralded a new severe episode. The cases were thus viewed with polio very much in mind, and described as "atypical poliomyelitis". McEvedy & Beard make similar points about the Middlesex hospital outbreak in 1952, and although doctors at the Royal Free Hospital three years later were less taken with the similarity to polio, this was not the case among the non medical personnel (168).


Despite the label, the nature of the outbreaks was unlike polio. Most of the cases in the LAC epidemic had unusually mild symptoms, and doctors experienced considerable diagnostic difficulties.  The fatality rate was remarkably low, the CSF normal, paralysis was nearly absent, and muscular atrophy rare (169). The public health report was unable to contain a calculation of the ratio of paralytic to non paralytic cases, a conventional statistic of polio epidemics, because of the scarcity of paralytic cases - instead what was often recorded as paralytic polio was in fact minor neurological impairment detected by over vigorous testing (167).  Overall, the head of the Infectious Diseases Unit reported that "it was the scarcity of the usual and the large volume of the unusual which gave the epidemic its bizarre aspects" (170).  Similar arguments soon convinced the Royal Free doctors that the illness was not poliomyelitis.


Having raised the possibility of infection, many of the original observers were reluctant to abandon it. Despite the lack of objective evidence of infection, and the observation that emotional disturbance was an integral part of nearly all of these outbreaks, the initial authors were keen to reinforce the organic aetiology of the syndromes, and in introducing names such as neuromyasthenia or myalgic encephalomyelitis, effectively ruled out any alternative explanation. For some years this position remained publically unchallenged (although this might be a consequence of the fact that many professionals remained either unaware of, or indifferent to, neuromyasthenia, ME and so on during this period).


The most influential critique of the organic position came from McEvedy & Beard (171, 172).  They suggested that certain epidemics, such as the Royal Free, were due to transmitted emotional distress ("mass hysteria"), whilst others were not epidemics at all, but clustering of small numbers of cases of heterogenous illnesses combined with altered medical perception. This was not the first time such a suggestion had been made - similar accounts had been in circulation during the Royal Free outbreak itself (173), whilst two epidemiologists had made the same suggestion in print (174). Paul, the historian of polio, came to a similar conclusion (175). However, McEvedy & Beard's was the most public statement. Their evidence against an infective origin was strong - the disease affected almost invariably female staff, and never patients.  It was a similar observation, of an illness that affected patients, and never staff, that led to Goldberger's classic work refuting the alleged infectious origins of pellagra.


 The evidence for an emotional origin to symptoms was less compelling, although there was little doubt that emotional factors were responsible for a proportion of the cases in the best documented outbreaks. One case in Los Angeles developed "psychic blindness", as well as psychosis (170), yet was still included as an epidemic case of atypical poliomyelitis. Observers constantly used terms such as "bizarre" or "remarkable" to describe the nature of the symptoms and signs, involving "frank hysterical manifestations" (176). Many suggested that the illness represented the "functional end of a disorder with an organic beginning" (164). Ramsay himself noted that the Royal Free Disease resembled both polio and hysteria (177), and others felt the illnesses "displayed features remarkably akin to hysteria" (178).  McEvedy & Beard's second proposition, that of altered medical perception also received support from later enquiries (179). 


What did happen? We will never know. An infective agent, albeit not polio, cannot be dismissed, and has been cogently argued by Acheson (169) and subsequently Jenkins (180). It is possible that cases were admitted of an infective disease that resembled, but was not, polio, but what is known about the epidemiology of the episodes is in general unlikely to be explained on a solely microbiological basis.  On the other hand, there are also several arguments in favour of an emotional nature to the contagion (171, 172). Perhaps the initial infective cases served as a focus for natural anxiety, and in turn triggered others whose illnesses cannot be explained by an infective agent, but it is only in a very few, isolated, cases that the diagnosis of factitious illness can be sustained (181; 182). The social pressures common to both hospitals, and the subsequent history of the condition, must be at least one factor in the sad tale of the future fate of those afflicted.  In conclusion it seems probable that the outbreaks grouped together under the label of ME/neuromyasthenia and so on are more heterogenous than implied by a single label (183).


As with neurasthenia, the arrival of the psychogenic hypothesis was a very mixed blessing. Just as Buzzard had observed following the rise of Freudian theories, the mass hysteria hypothesis led to a retrenchment of the organic school of thought, and a polarised, bitter and acrimonious debate which continues to this day. As with neurasthenia, many of the most active advocates of the organic camp remain afflicted physicians, especially since health service professionals continue to be dramatically over represented amongst sufferers (2;184). Again, as the available evidence failed to determine the aetiology of the outbreaks, prejudice was called upon to affirm their organic nature. Poskanzer (185) suggested that rather than ME being a psychoneurosis, all cases of psychoneurosis were sporadic ME. In so doing he acknowledged that both conditions lay claim to the same clinical territory - hence non clinical factors were needed to assert the organic aetiology. ME and latterly CFS are thus claimed to affect professionals of impeccable moral stature, "level headed" (186), "extravert types of stable personality" (187)  and so on, all were used as evidence against a psychiatric origin. 

11. FROM CHRONIC EPSTEIN BARR VIRUS TO THE CHRONIC FATIGUE SYNDROME

Between the demise of neurasthenia and the last ten years, fatigue syndromes were not a major issue for doctors, the professional or lay journals.  Certainly fatigued patients did not disappear. After the demise of neurasthenia, general physicians continued to encounter the patient with chronic fatigue, often arising after a variety of insults, including infection.  Perhaps mindful of the neurasthenia experience, rather than develop specific nosological entities physicians generally resorted to descriptive labels, such as  "chronic nervous exhaustion" (188), "tired, weak and toxic" (189),"Fatigue and weakness"  (190) or "Fatigue and nervousness"  (191).  The main emphasis was on psychological mechanisms. 


Some patients did receive diagnoses of new fatigue syndromes. As already discussed, syndromes such as chronic brucellosis enjoyed some popularity in the United States. Myalgic encephalomyelitis, or ME, was a term in circulation from 1957 but had little public or professional prominence. None of these labels made much impact. Norma Ware has appropriately noted that throughout this period "chronic fatigue had become invisible", with "no name, no known etiology, no case illustrations or clinical accounts in the medical textbook, no ongoing research activity - nothing to relate it to current medical knowledge" (192). 


The reconstruction of chronic fatigue began in the mid 1980s, with the emergence of "chronic Epstein Barr virus syndrome". It appeared first with the publication of two papers from reputable researchers appearing in prestigious American journals (193; 194), although one of the earliest appearances of the new condition was a paper from researchers in Israel (195). These papers sought to link evidence of infection by the Epstein Barr virus to chronic fatigue. The high point of this endeavour was a consensus conference organised in 1985 by the National Institute of Allergic and Infectious Diseases (196). The technical aspects of the papers, and of chronic mononucleosis, have been discussed elsewhere (197). It is now clear that the role of persistent EBV in the new condition was exaggerated (although very recent work from Peter White in London shows a clear role for EBV in post infectious fatigue).  The same authors who had presented the original data themselves concluded that chronic mononucleosis was a misnomer, and should be abandoned.


This did not happen. The original proposers of chronic mononucleosis later declared themselves unprepared for the public and media attention that followed - "Physicians throughout the United States were inundated with requests to evaluate chronic fatigue" (198).  This was not just a response to the chronic mononucleosis papers, but also followed the publicity given to an "epidemic" of a mysterious disease that began in the Lake Tahoe region of Nevada (vide infra). The confluence of these two events made an extraordinary impact, described by one medical journalist as a "proliferation of support groups, research foundations dominated by patients with the syndrome, and fund raising and lobbying groups" (199).  By 1990 a hotline at the Center for Disease Control was attracting over 2,000 calls a month (200), a figure now nearer 4,000.  Only AIDS attracts more calls to the National Institutes of Health  (201).


Chronic mononucleosis had captured the public imagination. The professional disillusionment with the role of EBV in the syndrome did nothing to diminish or delegitimise this - the new syndrome appeared to be here to stay. The medical reaction was therefore to change the label. During a meeting of infectious disease physicians in 1987 it was proposed that a new term, chronic fatigue syndrome, be applied to the syndrome. Operational criteria, universally known as the CDC criteria, were published (202 - see Buchwald, this volume). Researchers in Australia had independently reached the same conclusion and made the same suggestions (203). Two years later the United Kingdom followed suit (204).


It is the task of the social historian to determine why CFS became so popular during the mid 1980s. Patients with chronic fatigue were nothing new.  The  ill defined epidemic at Lake Tahoe is often cited as the start of the emergence of CFS - but there have been other publicised epidemics before. Media coverage was extensive - but, as Aronowitz has shown, so was coverage of the Los Angeles 1934 epidemic (167).  What is new is the scale of the response. In the United Kingdom a broadcast in 1980 on "Woman's Hour" led to 1,000 letters (205), but many credit the article by Sue Finlay in the Observer of June 1st 1986 ("An illness doctors don't recognise"),  relating her own experiences as a sufferer, as playing a pivotal role in the surge of interest in ME in this country  and the founding of the ME Action Campaign (206). The first medical advisor to the ME Association noted how the dramatic rise in membership of the other patients' organisation in the United Kingdom, the ME Association, was also assisted by media coverage (207). It was an article in the local newspaper in Portland, Oregon that led to the founding of the first self help group of CFS in the USA in 1985 (208). A similar role is often given to a campaigning article by American sufferer Hiliary Johnson in Rolling Stone in 1987 (209). Media coverage increased public awareness in both the United Kingdom and United States -increasing media coverage is an acknowledged task of the CFS organisations.


Did this coverage, itself labelled a "media epidemic" (200), actually create the demand? Stewart's (147) finding of the overlap between CFS, environmental illness, candida may owe something to media publicity, but perhaps more the choice of label than the decision to be sick.  Interest must have preceded the media attention  - Sue Finlay's article provoked an immediate response. 14,000 fact sheets were requested in the following weeks  (206), suggesting that the demand was already there, and was not created by the article. Similar media coverage has been afforded other explanatory systems, such as allergy, candida, hypoglycaemia, and so on. However, the size and speed of the response to CFS suggests that coverage was tapping an already present need, and not creating the phenomenon, although it may well shape illness beliefs.


What about epidemic forms of CFS? There are many clear cut, non controversial, examples of how media coverage facilities the spread of mass hysterical outbreaks. One of the simplest measures to combat outbreaks of mass hysteria is either to prohibit media coverage, or ensure that it clearly indicates the emotional nature of the contagion (see 207).  How relevant is this to CFS?


The two best described epidemics remain those at the Los Angeles County Hospital and the Royal Free Hospital. In both social pressures were apparent from the start, fuelled by the fear of polio. At the Royal Free "the anxiety of the lay population on this score was not at first appreciated" (168). In Los Angeles, the chief of the California Department of Public Health stated that "There is a well founded fear of this disease, and there is also an unfortunate terror that is wholly unnecessary"  (quoted in 167).  Aronowitz details the alarmist media coverage, often at the instigation of the authorities to enforce hygiene regulations. The fear of disease was not restricted to non professionals - staff at the LAC, running the risk of exposure, were not well supported by their colleagues. Aronowitz notes how the attending physicians preferred not to visit the contagion wards, instead carrying out consultations on the telephone (167). Staff on the ward were required to have their temperature taken every day.  The severe stress to which the professional staff were subjected was commented upon in an early account of the outbreak (211).


The Lake Tahoe epidemic occupies a similar symbolic place in the modern history of CFS to those taken by the LAC and Royal Free episodes in the early history of ME. Here media attention was not guided by the authorities, as at Los Angeles,  but may have increased the number of cases.  The investigators sent by the Center for Disease Control to investigate the outbreak at Lake Tahoe reported that media attention had led large numbers of subjects from outside the area to refer themselves to the interested doctors for testing (212), whilst other doctors in the area were not seeing anything unusual (213). It seems unlikely that the media created cases of CFS, but could have influenced a distorted perception of a local increase in rates. In all epidemics both media and professional attention could also have led to a gradual relabelling of existing morbidity as a new disease. 


A number of factors may be responsible for the dramatic re emergence of CFS.  One is the coincidence of scientific legitimisation and media coverage of a mysterious epidemic at Lake Tahoe. Feiden (208) notes the "key events" in the story of CFS in the USA as the Lake Tahoe epidemic, which coincided with "two path-breaking articles in the Annals of Internal Medicine" (see 193; 194). This may be set against a background of increasing dissatisfaction with orthodox medicine, and a decline in medical authority (see 20). As the knowledge and attention given to ME/CFS spreads, media attention may precede increased numbers of sufferers presenting to doctors. This has been well described in the United States (198) and mirrors the experience of many infectious disease and neurological specialists in this country. The same process is observed in other countries, such as Spain (214), and no doubt many others. 

12. ME: FROM EPIDEMIC TO SPORADIC

As epidemic ME gave way to sporadic CFS, the nature of the illness itself was changing.  In 1976 a group of doctors, including both sufferers and those involved in the Royal Free outbreak, formed a study group (215), and were instrumental in organising a symposium at the Royal Society of Medicine.  The content of the meeting showed that epidemic ME was still the dominant concern, but few new outbreaks were appearing for further study. Attention shifted to the problem of sporadic cases. These had been considered before - some had been noted in the community surrounding the Royal Free Hospital, and others had also described sporadic cases elsewhere (216), but these were not the predominant concern until the early 1980s.


The balance shifted towards non epidemic cases. The result, largely unnoticed, was a gradual, but profound, change in the character of the illness. In the index episodes neurological signs, of whatever aetiology, were recorded in the majority, and were divided into cerebral, brainstem and spinal (168) (just as in the first series of neurasthenic texts).  An early report (217) of two cases of sporadic ME had neurological signs (and both required assisted ventilation). On the other hand persistent severe fatigability was either not mentioned, or given little prominence, in the reports of epidemics (168; 181), but  gradually increased in importance until it became the hallmark of the disease. Neurological signs disappeared (183).  Unfortunately, whereas most epidemic cases recovered (218), this was no longer the case for sporadic CFS (219; 220). Contagion, the key feature of the index episodes, all but disappeared.


It must be emphasised that the link between these epidemics and modern CFS is largely historical. The two conditions were very different. Epidemic ME was contagious, acute and accompanied by paralysis and neurological signs (albeit of disputed origin). Sporadic CFS or ME, as seen today, is non contagious, chronic, fatiguing and has no neurological signs - I doubt whether any of the contributors to this volume would consider a diagnosis of CFS in a patient requiring assisted ventilation, nor would many consider a diagnosis of hysteria in a patient with CFS.  Few aficionados of CFS appreciate this difference, and continue to lay claim to either the Los Angeles or Royal Free episodes as the origin of the disease. Because the same name has been attached to the two processes, supporters of ME continue to affirm the organicity of the original episodes with a vehemence at variance with the quality of the evidence available. 


The shift from epidemic to sporadic occurred in both the United Kingdom and United States, but transatlantic differences remained.  Although there are no reliable methods of distinguishing between ME and CFS, and the professional literature treats them as largely synonymous, some cultural differences can be discerned. British texts on ME frequently assume a neuromuscular pathogenesis, and emphasise neurological symptoms and signs. American writings on CFS are less concerned with muscle symptoms and pathology, but instead emphasise central ('cognitive' or 'neuropsychiatric') symptoms.  Similar differences exist in aetiological theories. In the United Kingdom more attention is given to viral causes, with the principal culprit the enterovirus family.  In the United States immunological theories have achieved greater prominence, and although viral aetiologies are by no means absent, the chief culprit has been the Epstein Barr virus.


In the United Kingdom the link between enterovirus and ME started with the controversial association between poliovirus and some outbreaks of epidemic ME. The next stage was when  two eminent Glasgow virologists, Norman Grist and Eleanor Bell, who had already played a major role in linking the Coxsackie virus to the pathogenesis of a number of diseases, joined forces with Glasgow neuroimmunologist Peter Behan, who was interested in ME. Together they studied new outbreaks of what appeared to be acute epidemic ME in the West of Scotland, and reported finding an association with high neutralising antibody titres to Coxsackie virus, to be succeeded by similar findings in sporadic cases.  They were also instrumental in reintroducing the term post viral fatigue to replace ME (221).  Although the serological tests used are no longer seen as reliable (222; 223), it served as a spur to further work, and more discoveries were made as newer and more refined techniques were introduced (see 223).  


Particularly important to the rapid rise of interest in CFS/ME in the United Kingdom was the work carried out at St Mary's Hospital, London on enteroviral involvement in CFS (224). This was greeted with immense enthusiasm - "all ME sufferers must have been elated by the news in January 1988 that a specific blood test for ME had been perfected" (206), and a doctor congratulated those responsible for "the magnificent work with the VP-1 estimations" (225). The scientific findings appear not to have stood the test of time, but the significance of the early work on enteroviruses in the United Kingdom, coming as it did from eminent researchers in prestigious institutions, was to confer the same degree of professional legitimacy to CFS in the United Kingdom as did the papers from Denver and the National Institutes of Health in the United States (vide supra).


I have emphasised the role of historical continuity throughout this essay. Of course, some modern work has no previous counterpart - for example, the recent introduction of a new paradigm - that of persistent viral infection (223; 226), to challenge the concept of a post infective syndrome. However, even modern ideas of viral and/or immune origins to CFS do show some consistency. The concern with post viral fatigue is nothing new, although explanations of possible mechanisms have advanced (see Figure 1). One example of this was the recent talk among British scientists of developing a vaccine against post viral fatigue based on the work implicating the enterovirus. Rabinbach (44) described the enthusiasm for a fatigue vaccine that first appeared among researchers at the turn of the century, and was only abandoned before the outbreak of the First World War with the realisation that the work on which it was based was faulty.

13. CFS, ME AND NEURASTHENIA.

CFS, ME and post viral fatigue have all the characteristics of neurasthenia in its heyday.  All the symptoms, in particular profound fatigue, exhaustion after minimal effort, mental confusion and depression, chills and fevers, are present. Many have now recognised these links (ex. 145; 227: 228). The resemblances are not purely symptomatic, but are also social and cultural (54; 229; 230; 231).  Upper social classes appear to be over represented among sufferers, and medical and paramedical professionals are particularly affected.  These conditions are frequently labelled "yuppie flu" in the media, reflecting the stereotype of the over stressed, over achieving urban professional, a characterisation more than familiar to the readers of Beard, Osler and Kraepelin.  Adherents of the conditions emphasise the impeccable moral stature of those afflicted, in order to prove that the illness is not psychological.  Just as Mott's neurasthenic officers fell ill because of their adherence to their duty, and not because of lack of will power, so are CFS sufferers "the last types to stay away from work without good reason" (232). A common theme of the personal stories of CFS sufferers in the media and self help literature is that they fell ill because of their refusal to cease work and recover from a viral infection (see Ware, this volume).


The aetiological theories advanced are strikingly similar to those of neurasthenia, with claims made for peripheral (neuromuscular), central (central nervous system) and psychological hypotheses (20). In the United Kingdom (although not the United States) peripheral explanations of the extreme fatigability have been popular, linked with evidence of biochemical, metabolic, structural and virological abnormalities of muscle.  However, more recent research has cast doubt upon simple neuromuscular explanations of abnormal fatigability  (see Edwards, this volume), and the division of fatigue into peripheral and central components first made by George Poore (48) has been resurrected, with most authorities favouring a central origin to fatigue in CFS. A number of attractive hypotheses of central nervous dysfunction are currently the subject of investigation (see Demitrack, this volume; Grafman, this volume). 


  Finally, no one will be surprised to learn that the third and final aetiological theory for neurasthenia, the psychological paradigm, is also the subject of much speculation (see Katon, this volume).  As with neurasthenia, writers unsympathetic to CFS have claimed the illness is either hysteria, effort syndrome, depression or anxiety, whilst supporters either deny any psychological involvement, or claim that psychiatric disorder is simply the normal reaction to physical disease. 


The resonances between CFS and neurasthenia extend beyond the professional texts. In the current popular literature one does not have to search hard for metaphors well known to Beard and the Victorians - concepts such as limited energy resources, lack of nervous energy, flat batteries and so on. One popular characterisation of neurasthenia was of the body giving way under attack from outside, becoming, as Beard described it, "overloaded"  (11).  Writers on the illness ascribed this overload to the deteriorating quality of life, to new organisms, new stresses, new ways of working, the decline of leisure and the increasingly decadent and acquisitive nature of society.  This concept of overload remains relevant in CFS - indeed, a popular book on the subject chooses the word as its title (233). The new "overload" is from viruses, pollution, pesticides, the deteriorating quality of our food and air, stress and so on (ex. 234).  The extreme end of this spectrum is reached with the concept of "total allergy syndrome" or "Twentieth Century Disease" (curiously, neurasthenia was frequently called "Nineteenth Century Disease" - "this bitter comment on nineteenth century life" (124)).


 The exact nature of the "overload" varies according to culture - in France it can be due to educational practices, in Scandinavia leakage of dental amalgam is a very popular concept, whilst in Britain and the United States viral agents remain very popular. In her fascinating comparison of different medical cultures Lynn Payer (235) observes the popular tendency of American doctors and patients alike to ascribe many ailments to viruses that would be given different explanations in other Western countries - "America has a virus mentality" (235). The chapter on American medical culture is titled "The Virus in the Machine".


Explanations of viruses and overload derive their resonance and legitimacy from the scientific evidence concerning immune dysfunction.  The technical evidence is reviewed elsewhere in this volume (see Lloyd, Chapter x; Strober, Chapter x), but it will be seen that there exists an association between immune dysfunction, atopy and CFS.  However, the nature and meaning of that association remains unclear. Nevertheless, the doubts and uncertainties articulated by Lloyd and Strober are rarely reproduced in the popular literature, where ideas of immune dysfunction are frequently cited, and indeed appear in the title of the most active of the current patient organisations in the United States.  Abbey and Garfinkel have written that "just as neurasthenia was a compilation of ideas which captivated the imagination of both public and medical professionals, so too is CFS built upon two of the most interesting themes in modern medicine, infectious disease and immunology" (230). The popular characterisation of CFS/ME can thus, like the ideas of Beard, be seen as both dependent upon, and a parody of, the current scientific concerns and paradigms. These are succinctly expressed in one article, chosen from a considerable literature, in which the author explains how viruses alter the immune system making the body susceptible to the effects of bacteria, toxins, candida, chemicals, stress and so on (236).  


The most extreme expression of this comes in the frequent analogies drawn between CFS and AIDS (237). It may be an "AIDS epiphenomenon" (238), and it was not surprising that when claims were made for a retroviral aetiology (see Folks, this volume), much of the subsequent publicity drew an explicit link between the two conditions, and also raised doubts about the non contagious nature of sporadic CFS. Interestingly, analogies between CFS and AIDS are rarely encountered in the United Kingdom, where theories of a primary immune dysfunction and CFS are not widely supported even among those sympathetic to the illness.


The gradual shift in the clinical picture from epidemic ME to sporadic CFS appears to have been accompanied by the introduction of social concerns into the popular aetiologies of CFS. That this might happen was hinted in one of the very first articles specifically addressing sporadic neuromyasthenia (216), which began with the phrase "A "New Disease" is spreading in the civilised world" - a phrase which could have reproduced without alteration from a large number of neurasthenia texts. Like neurasthenia, enthusiasts for CFS sometimes allege it is restricted to developed societies (184; 239). Like neurasthenia, CFS seems not to be diagnosed among ethnic minorities. Edes (125) wrote that he did not "recall hearing of a case among negroes" - whilst a distinguished contemporary physician "can count on the fingers of one hand the number of blacks I've seen with chronic fatigue" (Dubois, cited in 208).


By the late 1980s CFS, like neurasthenia, had become a vehicle for the expression of wider social concerns, such as the state of our environment, both physical and social. It is remarkable about how often very different concerns can find expression through the agency of CFS - in perhaps the first major press article on CFS in France (240), which may yet have the same effect as those already described in the United Kingdom and United States a few years ago, one article resurrected, without realising it, an idea that was frequently expressed in the old French neurasthenia literature, that CFS was in some way linked to excessive education demands made upon French school children (surménage). As the cultural historian Peter Gay observed about neurasthenia "the symptoms of contemporary culture they liked to adduce in proof were, though plausible villains, not easily demonstrated agents of nervousness" (67). 

14. A HISTORICAL PERSPECTIVE ON THE TREATMENT OF CFS.


Turning to treatment, a Victorian physician visiting a contemporary hospital would fail to recognise, and even comprehend, many of the treatments on offer.  However, the physician might feel more at home in some CFS clinics, especially in private practise. The Victorian physician had a vast range of drugs at his disposal intended to increase the body's supply of energy.  Taking one of many examples, Julius Althaus, a London neurologist,  used a tonic extracted from the brains of young animals to restore brain power (241). This 'cerebrine alpha' stimulated cerebral oxidation, influenced the emotional centres of the mid brain and speeded the elimination of "leucomaines".  Some modern physicians use a variety of drugs to increase cerebral energy supplies - one popular physician lists 13 drugs for "energy improvement treatment" in addition to 24 other substances used for other purposes (242). The use of extracts continues - German physicians recently described the use of extracts of thymus and spleen in the treatment of CFS (243). These are justified as immune stimulants, and although the concept of immunotherapy or immune modulation was not specifically available to the Victorian physician, the ideas behind such treatments would have fitted well with Beard's concept of neurasthenia.


 Electrical therapy was frequently practised for neurasthenia - George Beard was as well known for his writings on the therapeutic uses of electricity as on neurasthenia.  Even that has not entirely vanished - a New Zealand doctor treats ME with electromagnetic therapy - "a small pad giving off a low electrical field on her back" (233). A well known English doctor recently gained publicity for a electrical device that sufferers must wear to "replace their missing brain waves" and another uses "galvanic currents" in treatment (244). Finally, colonic lavage was frequently prescribed for neurasthenia,  since one popular (both with the public and the medical profession) aetiological theory was that the illness was the result of autointoxication, the absorption of "toxic" products from the colon. This was revived by the ME Action Campaign, the most active of the patient organisations in the United Kingdom, who produced a broadsheet entitled the "ME Hypothesis" which quoted from a classic paper on autointoxication and neurasthenia. In consequence, colonic lavage continues to be advocated as a treatment for ME.


 Like views of aetiology, the jargon of treatment of neurasthenia and chronic fatigue syndrome contains within it elements of an ever changing parody of contemporary scientific terminology, set against a more stable  background in which it remains true that "The mass media advertising of cures for fatigue over the past century provides a remarkably consistent theme during the midst of social change. Tonics, potions, herbs, vitamins and an incredible array of other substances have been advised as cures for pseudoanergic symptoms" (245). 


Nowhere are the resonances between neurasthenia and CFS more obvious than in the views concerning the role of rest in treatment. During the organic heyday of neurasthenia the approach that dominated therapy was the Weir Mitchell rest cure (vide supra). This has been resurrected for the treatment of CFS/ME. An American self help book contains a chapter entitled "Rest, Rest and More Rest" (208), whilst a British equivalent introduces "aggressive rest therapy" as treatment for ME (206).  A fact sheet produced by one patient organisation in the United Kingdom stated in bold type "For the majority of M.E. sufferers, physical and mental exertion is to be avoided, and adequate rest essential".  A popular self help book tells sufferers that they must only do "seventy five percent of what you are capable of.....unless you want to plummet down with another relapse soon, you really must follow the rule of doing less than you think you can"  (234).


Just as the Victorians became disillusioned with the rest cure, so have many modern physicians. Unlike the popular literature, the professional literature on CFS is less enthusiastic about the virtues of rest, and many are reaching the same conclusions as did Dubois, Déjerine and many others.  At present there is interest in the possible benefits of  modern rehabilitative approaches such as cognitive behaviour therapy (see Sharpe, this volume). It is thus salutary to read articles such as that written by Waterman in 1909 (93) to realise that although the jargon has changed, the principles of treatment are nothing new.

15. CONCLUSION.

Writing about CFS Eichner (246) notes that the problem has "long been here. Each generation of physicians rediscovers it; each generation of adults confronts it". He might have added 'and argues about it'. One of the characteristic features of neurasthenia then and CFS now is their capacity to cause dissent. Non believers have consistently attacked the gullibility of those who willingly accepted neurasthenia (or latterly ME) in toto - the reviews that greeted Beard's books between 1880 and 1882 are remarkable for their combination of scepticism and ridicule (247). In his monumental textbook Clifford Allbutt was forced to attack those "medical men who reject neurasthenia as in part a sham, and in part a figment of complacent physicians" (43). Believers gave as good as they got - Weir Mitchell once reacted to a copy of Freud by saying "Throw that nonsense on the fire" (94).  The accounts of the "Congrès des Médicin Aliénists et Neurologist de France" (248) (in which such figures as Bernheim, Dubois and Déjerine argued against well known organicists such as De Fleury and Hartenberg), the American Neurological Association on numerous occasions between 1880 and 1914, the  American Medical Association in 1944 (249) and so on, follow a similar pattern, and will be familiar to those who have attended recent meetings on CFS/ME.  Doctors have always disagreed about chronic fatigue and show little signs of ceasing to do so. 


Controversy seems inseparable from CFS, and consensus rare. A journalist has written that "there is no middle ground when it comes to CFS" (250). Paul Cheney stated that "we who believe that this is a real disease are almost in a death grip with those forces who would stifle debate, trivialize this problem, and banish patients who suffer from it beyond the edges of traditional medicine" (251).  Many will have had similar experiences to one medical journalist, who wrote that "at any dinner party you will find the friends of sufferers, who will either support or hotly dispute this view", usually with "ferocity" (252). CFS "falls into the category of illnesses that cannot be debated dispassionately" (253).


With dissent comes dismissal, as the personal scorn about which Beard and Mitchell so often complained became transferred to the patients themselves.  in 1886 Sir Andrew Clark called neurasthenics "always ailing, seldom ill" (107) - whilst the "wealthy neurasthenic will be a useless, frivolous, noxious element of society" (254). Yellowlees talked about the frequent specialist who regarded "a neurasthenic patient as little short of a personal insult" (255), whilst Charles Beevor (256) joined Clifford Allbutt in reminding doctors that "on no account should the patient's symptoms be laughed at"  but it was to little avail. At the Johns Hopkin Hospital "the neurasthenic patient is treated by physicians .... with ridicule or a contemptuous summing up of his case in the phrase "there is nothing the matter, he is only nervous" (257), views echoed in the popular press - "The majority of sufferers have better reason to complain of the weakening of their moral fibres than of either their mental or physical ones" (124). A modern observer will be aware that although most doctors are more circumspect about committing such views to print, prejudice and dislike of the CFS or ME patient remains frequent, and the modern self help texts are replete with examples of discourtesy, rudeness and disbelief shown to sufferers by health professionals.  In a direct echo of Clifford Allbutt and Charles Beevor Paul Cheney told a journalist that "there are doctors who leave the room after speaking to one of these [CFS] patients and can't stop laughing" (209).


 Even those sympathetic to neurasthenics could not avoid a note of irritation and condescension. Patients were "the terror of the busy physician" (57) "occupied by their symptoms beyond reason" (40) going from physician to physician (even Beard called them "rounders") where they "write down their sensations in long memoranda which they hasten to read and to explain " (40).


This dissent largely revolves around differing interpretations of the physical and psychological.  The commonest dialectic in both neurasthenia and chronic fatigue syndrome is that these must be physical illnesses, not because of the evidence, which remains inconclusive, but because psychological illnesses are unreal, malingered or imaginary.  This tendency of those committed to an exclusively organic view of such illnesses to juxtapose psychiatric and imaginary was criticised by both Dutil (91) and Tinel (130) in France, both of whom also denied that neurasthenia was a "malade imaginaire", and by Drummond (92) in England.  The latter attacked with equal vigour those who viewed neurasthenia as a solely physical illness, and those who regarded it as a malingerers' charter. The same arbitrary divisions apply today, and influence not just diagnosis but also treatment, as the following extract from a newsletter produced by a patients' organisation demonstrates:


"I have been diagnosed as having M.E. and believe that antidepressant drugs have been largely responsible for major improvements in my condition. However I am convinced that this has nothing to do with the antidepressants effect of these drugs, and everything to do with their effect on neurotransmitters in the central nervous system" (258).


  Neurasthenia, and now CFS/ME, provides both a haven for those uncomfortable with the psychological aspects of illness, who either insist on its solely organic basis, or see it as a refuge for the mentally infirm.  Such views seem contradictory, but are closely related, both being based on the premise that psychological illness is unreal, or at least not as worthy of attention as "real, organic" disease. The only dissension continues to be the status to be accorded CFS. The passions that these arguments create is because what is at stake is the issue of legitimacy - what constitutes an acceptable disease, and what is legitimate suffering, deserving of support and sympathy?.  It is this question, and the differing answers, that lie at the heart of first neurasthenia, and now CFS, and fuel the fire of the disputes that accompany them.
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